The combination of asthma, pulmonary infiltrates, blood eosinophilia, and disease of the pleura or pericardium is rare. Two patients are reported who showed these features, but who lacked evidence of vasculitis. 
general weakness, and night sweats. Physical examination revealed basal crackles, a pericardial rub, and a temperature of 40°C. Sputum, stool, urine, and blood examinations for viruses, mycobacteria, bacteria, fungi, and parasites gave negative results. Chest radiography showed progressive bilateral infiltration in the axillary and apical fields and evidence of pericardial effusion. Laboratory The patient received 50mg prednisone daily. After two days a laparotomy was performed because of a perforated diverticulum of the sigmoid colon. Liver and mesenteric biopsies showed no abnormalities. The postoperative course proved uneventful and after a few days both radiological and laboratory abnormalities resolved. Serum, taken before treatment with prednisone, contained no antibodies to cromoglycate; there was no cromoglycate binding activity (Fisons Pharmaceuticals, Loughborough, UK). PATIENT 
2
A 32 year old woman had had bronchial asthma since 1979 without evidence of allergy and was treated with oral theophylline and salbutamol with inhaled cromoglycate and beclomethasone. In 1981 she was admitted to hospital with acute severe asthma, pericardial effusion, pleurisy, and pulmonary infiltrates affecting the right middle and lower lobes. She complained of fatigue, weight loss, night sweats, and fever. Pericardiocentesis yielded 200 ml of clear fluid, in which 25% of the cells present were eosinophils. In fluid obtained by bronchoalveolar lavage 48% of the cells were eosinophils.
Laboratory examination revealed the following: white cell count 15.4 x 109/l with 6.6 x 109/l eosinophils; platelet count 981 x 109/l; ESR 105 mm in one hour. Further extensive serological tests had negative or normal results. Investigations for viruses, mycobacteria, bacteria, fungi, and parasites gave negative results.
Material obtained by open lung biopsy showed local goblet cell metaplasia and a mild eosinophilic inflammatory reaction in bronchi and bronchioli without obliterative bronchiolitis. Alveolar spaces were filled with numerous eosinophils and macrophages, yet the interstitium had hardly changed. There was no evidence of vasculitis. The pleura contained many eosinophils. Immunofluorescence studies of lung tissue showed no abnormal immunological phenomena. Pericardial biopsy showed infiltration by plasma cells, lymphocytes, and a relatively large number of eosinophils.
This patient was treated with 50 mg of prednisone daily. Her clinical progress proved to be good. The test for cromoglycate binding activity in preoperative serum gave a doubtfully positive result owing to cloudiness of the serum.
Discussion
A viral or bacteriological agent could not be detected and there was no exposure to exotic pathogens. Allergic bronchopulmonary aspergillosis was virtually excluded, as was malignancy and other diseases, such as sarcoidosis, during the follow up of two and four years after the acute episode in the two cases. Nitrofurantoin and other drugs are well known causes of pulmonary infiltrates and blood eosinophilia1 (PIE syndrome). The combination of pulmonary infiltrates, asthma, blood eosinophilia, and pericarditis has been attributed to the use of cromoglycate.2 I A raised binding activity for cromoglycate, indicating humoral antibodies, has been detected in serum of one patient.24 Both of our patients showed low tolerance for cromoglycate, although the binding activity for cromoglycate was not clearly raised. The same combination of symptoms has been described in a patient treated with beclomethasone. 5 Asthma and cardiac disease may be prominent features of the hypereosinophilic syndrome.6 Cardiac disease in this syndrome, however, comprises thromboembolic phenomena, valvular lesions, and abnormalities of endocardium and myocardium. In our patients there was no evidence of such cardiac lesions.
The radiological abnormalities of patient 1 were typical of chronic eosinophilic pneumonia, the so called photographic negative of pulmonary oedema.' Pericarditis has never been reported in chronic eosinophilic pneumonia.
Finally, the combination of asthma, pulmonary infiltrates, blood eosinophilia, and pericarditis or pleurisy has been reported in association with vasculitis by Harkavy.Y When extravascular granulomas are also present, the complex of clinical and histological findings fits the description of Churg and Strauss. 9 We, however, found no signs of vasculitis or granuloma formation in the lung, pericardium, or other biopsy material.
The combination of findings in our patients does not fit into the hitherto accepted classification of PIE syndrome. 
